Proper functioning of the accessory sex glands in males has been shown to be influenced by the adenohypophysial and gonadal hormones (Burrows, 1949; Parkes, 1966; Turner, 1966) . Neumann, Van Berswordt-Wallrabe, Elger, Steinbeck, Hahn & Kramer (1970) Hildebrand, Renneis & Finerty (1957) and of Lakshman (1965) were followed. The testes were fixed in Bouin's fluid, sectioned at 7 µ and stained with Mallory's triple stain and haematoxylin-eosin.
The investigations revealed that administration of CA to adult male rats was associated with a decrease in the weights of the accessory sex glands (Text-fig  1) . Similar (1970) reported that the effects of CA were mediated by way of a feed-back mechanism on the hypothalamic receptors. Steinbeck et al. (1971) described the effects of CA as a local antagonism towards endogenous androgens, thereby resulting in atrophy of the accessory sex glands.
The present investigations have shown that in the CA-treated animals there was a marked decrease in the number of acidophils (Table 2) , which have been shown to be the source of growth hormone and of prolactin in the adenohy¬ pophysis (Purves, 1961) . It has been inferred that the primary action of CA as an antiandrogen is in the blood plasma but not at the actual site of androgen production, the testis. In support of this statement, the Leydig cells were quite normal in all the CA-treated animals in the present study. Our 
